gression to acute infarction the treatment is surgical when this is practicable. About 100 cases of successful elective revascularization of the coeliac and/or mesenteric arteries have been reported (Williams 1971) . Unfortunately, there is incomplete follow-up data but it appears that relief of pain occurs in 90% and malabsorption, if present, is improved in 75-80%. The postoperative complication and morbidity rate was estimated to be 15-20 % with an overall operative mortality of 5%. Plasma iron 320,g/100 ml; bilirubinaemia 7 mg/ 100 ml; lactic dehydrogenase 4000 mu/ml. Coombs test, direct and indirect, negative. Total proteins: 7.32 g/100 ml: albumin 61.9%; globulinsal 4.6, a2 9.6, fi 10.4, y 13.5% (normal range). Bone marrow: marked erythroblastic hyperplasia, with predominance of megaloblasts; large metamyelocytes also present; megakaryocytes present in normal number, but rather immature. Titre of autoantibodies against gastric mucosa was weakly positive. Gastric secretion of free hydrochloric acid, after maximal stimulation with histamine, was absent.
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X-ray examinations of alimentary tract negative. Schilling test of vitamin B12 absorption was 2% of the dose (normal 7-22%, corrected to 28.9% by the addition of intrinsic factor). Treatment with vitamin B12 caused a high reticulocyte count (60 % on the fifth day) and after two weeks there was a rise in hematocrit to 26%, haemoglobin to 7.5 g/100 ml; plasma iron 70,ug/100 ml.
Iron therapy was begun intravenously (as suggested by Wintrobe (1967) in middle-aged women with several pregnancies); hematocrit rose to 33% and hwmoglobin to 10 g/100 ml. The patient was discharged with the prescription of vitamin B12 and iron therapy and was in good condition for over a month. After 10 days' therapy with prednisone (60 mg daily) and azathioprine (150 mg daily) hematocrit increased to 36% and hkmoglobin to 11 g/ 100 ml; the reticulocyte count fell to 5 %.
At present, the patient is well, hematocrit (41 %) and hTemoglobin (12.5 g/100 ml) normal. Coombs test still positive. Prednisone has been reduced because of an increase in blood glucose level and the immunosuppressive drug has been reduced.
Comment
The diagnosis of pernicious anxmia was based on the presence of megaloblasts in the bone marrow, and macrocytes in the peripheral blood; on achlorhydria, even after maximal histamine stimulation; on the normalization of the erythropoietic bone marrow cells after vitamin B12 administration; and on a positive Schilling test.
Serum lactic dehydrogenase levels were increased and antibodies against gastric mucosa were present. The fact that at first there was only a partial remission of the pernicious anemia can be related to the depletion of the body iron stores, which is not uncommon, according to Wintrobe, in middle-aged women with a past history of several pregnancies. In fact the administration of iron caused an increase in the htmatocrit and hxmoglobin values.
The diagnosis of autoimmune htmolytic anamia was based on high reticulocyte counts, jaundice, high urobilinogen in the urine, positive Coombs test and shortened red cell lifespan; it is very uncommon in subjects with pernicious anemia.
The association of pernicious antemia and a weakly positive antiglobulin test is not considered significant. Recorded cases were not complicated by overt haemolytic anaemia or even compensated hemolysis (Forshau & Harwood 1965 , Henneman 1956 , Wenner 1959 . It seems possible that in these cases gammaglobulins, devoid of antierythrocytic activity, were nonspecifically bound to the red cell membrane.
Quite different is the patient described by Schwartz & Costea (1966) in whom an autoimmune htmolytic anemia was followed, after some time, by pernicious anemia. This was probably due to an increased consumption of folic acid and vitamin B12 during the enhanced erythropoietic response to the destruction of circulating red cells.
It is also well known that pernicious anaemia may be associated with systemic lupus, thymoma, chronic rheumatism and hyperthyroidism (Pirofsky & Vaughan 1968), diseases which may be caused by a disturbance in the immunologic mechanisms of the body.
Different again is the case described here: in our patient pernicious anemia was followed by hxematological and clinical signs of uncompensated autoimmune hemolytic anaemia. It is possible that she developed an asymptomatic viral infection which triggered the autoimmune hemolytic process, or that the autoimmune hemolytic crisis which followed pernicious aneemia was only an occasional (causal) association. A third possibility is that the patient is now developing a lymphoproliferative disease, the first sign of which was the severe hemolytic amnmia with positive Coombs test.
